of Figure 1 , the activator-promoter association is as it is found in wild-type cells. For example, in those experiments GAL1 was activated by Gal4, and RPS5 was activated by activators, including Abf1 and Rap1, that normally bind in the upstream region of this gene. Figure 2B shows the results obrequirements for different components of the trantained with constructs bearing the GAL1 (class 1) proscriptional machinery. Here we examine four genes moter. Whether activated by Gal4 or by Abf1/Rap1, exthat fall into two classes as defined by their depenpression is drastically reduced by the deletion of SPT20, dence on specific components of the transcriptional is decreased slightly by TAF145 inactivation, and is inmachinery. We describe a series of hybrid constructs, creased modestly by the TAND-1 deletion. Figure 2C each of which bears activator binding sites that are shows the strikingly different results of using constructs associated with a promoter other than that with which bearing the RPS5 (class 2) promoter. For both cases, they are usually affiliated. We examine expression of deletion of SPT20 has virtually no effect, whereas these reporters in strains bearing three modifications TAF145 inactivation or TAND-1 deletion decreases exof the transcriptional machinery. Our results indicate pression. Thus, the identity of the promoter (and not that, in each of these cases, the promoter (and not the activator) predicts the effect of each of the three the activator) determines which components of the modifications of the transcriptional machinery. We retranscriptional machinery are required. These and adturn below to a discussion of the relative strengths with ditional results, including those of others, clarify how which the two activators (Gal4 and Abf1/Rap1) work on disparate activators can work at many different prothe two promoters.
show the effects of SPT20 deletion, whereas that of GAL1, ADH1, and CYC1 is virtually unaf-TAF145 inactivation, and deletion of TAND-1 on activafected [4-13]. We call GAL1, ADH1, and CYC1 "class 1" tion driven by three fusion proteins: Gal4-Zif, which congenes and RPS5 and RSP30 "class 2" genes.
tains the Gal4 activation domain attached to the zinc The opposite effects of deleting SPT20 and inactivatfinger DNA binding domain Zif [14] , and Gal11-Zif and ing TAF145 on expression of the two classes of genes Srb4-Zif, each of which bears a component of the mediaare illustrated in Figure 1 . Figure 1 also shows that a tor fused to Zif. Once again the response is determined third modification of the transcriptional machineryby the promoter. At the GAL1 promoter, deletion of deletion of the TBP-inhibitory domain of TAF145-has TAND-1 results in increased activation (this result is para strikingly different effect on expression of the two ticularly marked for the fusion proteins bearing a mediaclasses of genes. Thus, the deletion (called TAND-1, for tor component, as previously described [14] ); deletion TAF amino domain 1) increases expression of class 1 of SPT20 abolishes activation; and inactivation of genes (as we previously reported [14] ) but decreases TAF145 has a modest effect, if any. In contrast, deletion transcription of class 2 genes. In all of the experiments of SPT20 has little effect on activation of the RPS5 promoter, and activation is decreased by the TAND-1 deletion and virtually abolished by inactivation of TAF145.
In our experiments, the two activators-Abf1/Rap1 and Gal4-did not interact equally efficiently on promoters of the two classes. Thus, comparing Figures 2B and 2C, we note that both Abf1/Rap1 and Gal4 worked more efficiently on the GAL1 promoter than on the RPS5 promoter. However, this preference was greater for Gal4 (6-fold) than it was for Abf1/Rap1 (2-fold). To some extent at least, these differences are a matter of "activator strength"; in our experiments we typically studied the action of Gal4 working from just two Gal4 sites in DNA, and when we added two additional Gal4 sites, Gal4 then worked equally efficiently on the two classes of promoters (our unpublished data). Nevertheless, it is not unlikely that the two classes of activators preferentially interact with different targets in the transcriptional machinery. Such a scenario is consistent with the findings (and presumably the mediator) must also be recruited. the RPS5 promoter that depends on both core promoter struc-
